A. E.G. Raine may be more common than hitherto documented as a cause of both hypertension and renal impairment. To some extent, this apparent increase may be due to both a growth in referral of elderly patients in whom atherosclerosis is more likely to be a dominant factor, and to improved non-invasive techniques for diagnosing renovascular disease, such as Doppler ultrasound scanning and radio-nuclide imaging.
Kalra et al. also draw attention to subgroups of patients who do not show the welldescribed acute but reversible deterioration in renal function in association with angiographically demonstrable stenosis. In some patients with glomerulonephritis, function improved with withdrawal of the inhibitors, despite the demonstration of normal renal arteries, illustrating that these drugs are equally capable of causing renal functional impairment when there is presumed microvascular narrowing, rather than macroscopic disease.
Uncomplicated, functional renal impairment induced by angiotensin-converting enzyme inhibitors is rapid in onset, with increases in serum urea and creatinine being evident within 2-3 days, and recovery is equally rapid, being complete in one to two weeks [3, 4] . It is disturbing, therefore, that five patients studied by Kalra et al. had irreversible renal failure, considered to be due to arterial occlusion in association with administration of these drugs. Furthermore, in cases where uraemia was reversible, this took 4-6 weeks after drug withdrawal. These observations highlight more serious potential hazards of angiotensinconverting enzyme inhibition, which may be due to their ability to cause rapid and profound initial falls in blood pressure [9] . These occur especially when the renin-angiotensin system is activated, as with volume depletion or diuretic use. Sudden hypotension superimposed on a severely atheromatous renal arterial supply may lead to irreversible intra-renal vascular thrombosis. Delayed improvement in function suggests that complications such as partial thrombotic occlusion or acute tubular necrosis occurred in association with severe hypotension.
What conclusions may be drawn from these experiences? First, a high index of suspicion for renovascular disease is required, especially in the elderly who have recent onset hypertension and associated renal impairment, or when there are symptoms such as claudication or angina suggesting widespread atheromatous disease. Diagnostic confirmation of functionally significant renal arterial stenosis remains difficult; the ultimate proof is retrospective, requiring clear-cut improvement in blood pressure or renal function with correction of the stenosis. A combination of DTPA and hippurate renography performed before and after a test dose of converting enzyme inhibitor appears the most rewarding screening test at present. In experienced centres, 100 per cent specificity has been reported [10] . Second, the introduction of angiotensin-converting enzyme inhibitors must always be done carefully. Hypovolaemia should be excluded, and ideally diuretics should be temporarily withdrawn to minimize the risk of excessive first-dose hypotension and its potential complications. Ifin any doubt, blood pressure response should be monitored for 1-2 hours after the initial dose.
Lastly, plasma electrolytes, urea and creatinine should be measured within a week of commencing inhibitor therapy. In this way, any acute deterioration in renal function will be readily detected, and should be fully reversible. It is then essential to investigate such patients further for occult renovascular disease which may be amenable to angioplasty or reconstructive surgery.
